hence in creatinine concentration on the calcium/ creatinine ratio. As the effect of diet cannot be disregarded all tests were made on fasting subjects, and, to exclude any effect from diurnal variations, the tests were performed between 0600 and 1200 hours.
After overnight urine concentration, an oral water load was given to induce diuresis and provide specimens with a relatively wide range of creatinine concentration for each subject.
232 urine specimens were collected from 26 normal subjects and in these subjects the fasting calcium/creatinine ratio was found to be independent of the urine creatinine concentration. 122 urine specimens were collected from 10 patients with primary hyperparathyroidism, and 62 urine specimens from 8 patients with hypercalcremia due to other causes. In 8 of the 10 patients with primary hyperparathyroidism and in 2 of the 8 with hypercalcemia due to other causes, ratios were found to be high when the creatinine concentration was low but normal when the creatinine concentration was high.
The results suggest that negative tests for hypercalciuria should not be accepted in the interpretation of a random urine sample if the urine creatinine level is more than 40 mg/loo ml. It may well be that measures of 24 hour urine calcium output are similarly affected by urine concentration.
Magnesium and Serum Alkaline Phosphatase

D. N. BARON THE ROYAL FREE HOSPITAL, LONDON
The King-Armstrong procedure, usually used in the United Kingdom for the assay of serum alkaline phosphatase, employs phenylphosphate as a substrate. Buch and Buch (1939) showed that magnesiumtt (lmM) causes activation of this enzyme reaction by about 30%. Magnesium also causes the activation of the enzyme as measured by the procedures of Bodansky, which uses glycerophosphate, and of Bessey, Lowry and Brock, which uses p-nitrophenyl phosphate.
We have confirmed progressive activation of serum alkaline phosphatase by Mg rt, which reaches a plateau when the concentration of Mg++ in the buffer-substrate is about 0·5 mM, using the modified phenylphosphate manual procedure of King and Wootton (1956) and AutoAnalyser procedure of Bell and Collier (1964) . Activation of the enzyme in sera from patients with liver disease averaged 33 % and similar results were obtained from patients with osteoblastic bone disease. Chelation of Mg++ by EDTA progressively removed the serum alkaline phosphatase activity, this being almost complete at 7·5 mg. EDTA/m!. serum. It is suggested that Mg++ be added-to ImM concentration-for all assays of serum alkaline phosphatase. Leucocytes were obtained by a modification of urnes of blood (8-15 mI.) the results for sodium the method of Baron and Roberts (1963) . De-and potassium showed considerable error. This fibrinated blood is treated with heavy dextran to was due to the contamination by extracellular produce a mixed supernatant suspension of material which remained on the inner surface of leucocytes and erythrocytes; the latter are finally the test-tube, also as a layer over the ceI1 mass, removed by lysis with water.
as well as intercellularly. Estimation by 131 1_ On extracting the leucocytes from small vol-albumin showed that this contamination could amount to more than 50 % of the wet weight of the leucocytes.
For the modified method, thin tubes were made from 250 gauge polythene sheet. The leucocytes were centrifuged into its conical tip and the rest of the tube was cut away. Excess extracellular material which overlaid the cell mass was blotted off. The results of analysis showed minimal contamination and gave the expected intracellular pattern for sodium and potassium.
A polythene tube has other advantages. Its light weight reduces weighing errors. When sealed all round, it minimises loss of water by evaporation from the cell mass. It can be conveniently stored in the deep freeze, dispatched through the post for neutron activation analysis, or ashed as whole without need for transfer of cells.
Reference Baron, D. N. and Roberts, P. M. (1963) The differential ferrioxamine test is a simple method for the measurement of in vivo chelation of body iron by desferrioxamine.
A single six hour specimen of urine is obtained after intravenous desferal, accompanied by li9Fe-ferrioxamine. Two values are measured: Ed, the excretion of ferrioxamine derived from body iron by chelation and Fex, the excretion of ferrioxamine from a known intravenous dose. The data enables in vivo chelation of iron (Fv) to be calculated by simple proportion.
Desferrioxamine chelation proceeds for about half an hour after injection.
The results in normal subjects, in cases with known high iron stores and in cases of iron deficiency anremia were described. High, normal and low body iron status have been differentiated. The work carried out over the past four years blood by iodine-containing preparations used at the Protein-Bound Iodine Reference Labora-for therapeutic or radiological purposes. tory~t the Staffordshire General Infirmary was A survey of 600 adults gave statistically a descnbed.
normal range for PBI of 3'7-7,0 ILg/IOO ml., low The estimation of the iodine contained in values being found in hypothyroidism and high thyroxine and tri-iodothyronine (serum PBI) re-values in thyrotoxicosis. Using these PBI levels fleets the level of the circulating thyroid hor-as the sole criterion of diagnosis, 96·2 %of normal mones, The method used is that of Acland (1957) people, 95·8 %of thyrotoxic and 100% of hypoand requires technical competence and care; a . thyroid patients are correctly assessed. In pracseparate room and equipment is preferable and tice all suspected cases of thyroid disorder with centralisation an advantage. The test can be per-repeated PBI values between 4·0-7·0 ILg/100 ml, formed on patients of any age and state of health. may be regarded as normal. Values between Over 10,000 PBI estimations have been carried 3·6-4·0 and 7·0-7·5 ILg/IOO ml, are considered out. Errors may arise from contamination of the borderline. In borderline cases of hypothyroidism
